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Abstract
Objectives: To compare the effect of a high-speed barbecue maneuver with the
modified Lempert maneuver and sham in patients with benign paroxysmal positional
vertigo (BPPV) of the horizontal canal.
Methods: Randomized sham-controlled, single blinded multicenter clinical trial in two
university hospitals investigating consecutive patients with horizontal canal BPPV.
Patients were randomly assigned to high-speed barbecue (HSB), modified Lempert
maneuver (ML), or sham maneuver (SM). All treatments were performed in a biaxial
rotational chair with weekly follow-up to a maximum of three treatment sessions.
The final follow-up was 3 months after the last treatment.
Results: Primary outcome: 2-week recovery rate per protocol. Secondary outcome:
Cumulative recovery rate and Dizziness Handicap Inventory (DHI) scores after
3 months per protocol (HSB and ML) and intention to treat (all groups).
Fifty-four patients were analyzed after 2 weeks (HSB = 17; ML = 20; SM = 17). Two-
week recovery rate was 14/17 after HSB, 11/20 after ML, and 4/17 after SM, with
significantly better recovery in HSB [OR 15.17, 95% CI (1.85, 124.63), P = .001] using
sham as base level. Recovery rate after 3 months was 15/17 after HSB and 15/19
after ML. Cumulative recovery rate showed no significant differences between the
two treatment groups [95% CI (0.30, 13.14), P = .46] in cure rate DHI [95% CI
(−16.56, 15.02), P = .92]. No unexpected adverse events were observed.
Conclusion: Velocity change in horizontal canal BPPV treatment gives a faster initial
recovery. Rapid recovery could reduce the disease burden.
Trial Registration: Clinicaltrials.gov. Identifier: NCT01905800.
Level of Evidence: 1b
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1 | INTRODUCTION
The effect of acceleration and deceleration during barbecue maneu-
vers for horizontal canal benign paroxysmal positional vertigo (HC-
BPPV) has been debated.1-4 is the most common cause of vertigo, and
HC-BPPV is the second most common subtype,5,6 with a prevalence
ranging from 5% to 30% in patients with BPPV.7-9
The commonly accepted cause of BPPV is ectopic otoconia
located within the lumen of the semicircular canals (canalolithiasis) or
attached to the cupula (cupulolithiasis),10,11 generating attacks of
positional nystagmus and vertigo after certain head movements.
BPPV is often a self-limiting condition,12,13 but can be persistent or
recurrent.14-17 BPPV may cause considerable handicap for patients,
restricting work as well as other activities of daily living. A rapid recov-
ery is therefore important for both the patient and society in general.
Treatment is based on effectively removing the displaced otoconia.
HC-BPPV is typically treated with barbecue roll or Gufoni maneu-
vers.14,18 HC-BPPV can be difficult to treat, and persistence of symp-
toms ranges from 5% to 61%,19-26 with a lower recovery rate for
apogeotropic HC-BPPV.21,27 Recently, the use of particle
repositioning chairs has become more common in the treatment of
difficult BPPV cases.28 Manual chairs give the possibility to perform
the maneuvers with acceleration and brisk deceleration that may pro-
mote the removal of otolithic debris from the semicircular canal.29 A
mathematical model developed by Hain et al suggests that strong and
prolonged accelerations could move otoconia a significant distance
through a semicircular canal.30 However, the important question of
whether acceleration and deceleration adds an effect to treatment of
HC-BPPV, has remained unanswered.
The aim of this study was to compare the effect of a high-speed
barbecue maneuver with a modified Lempert maneuver in a sham-
controlled randomized trial.
2 | MATERIALS AND METHODS
2.1 | Ethics
This study was approved in advance by the regional Committee for
Medical and Health Research Ethics of Western Norway. Participation
was based on written informed consent. The study was registered at
clinicaltrials.gov (identifier: NCT01905800).
2.2 | Design and setting
This was a prospective randomized, single blinded multicenter trial,
conducted at two university hospitals in Norway, including patients
from August 2013 to August 2017. Data were reported according to
the CONSORT statement.31 Participants were equally allocated
(1:1:1) to the three interventions being compared.
2.3 | Participants
Consecutive patients referred with a history suggestive of BPPV were
considered for inclusion, which was based on confirmed active HC-
BPPV according to international diagnostic criteria.32 In total, 647
patients with positional vertigo were screened (CONSORT flowchart
Figure 1). The inclusion criteria were having HC-BPPV, symptomatic
at the time of examination, with canal-specific positioning nystagmus
under positional testing in a biaxial chair. The exclusion criteria were
BPPV of the vertical canals identified during the diagnostic procedure,
history of neurological disease including migraine or inner ear disease
other than BPPV.
Magnetic resonance imaging (MRI) was ordered in case of severe
imbalance or treatment failure. In some of the patients, MRI had been
taken prior to referral. A total of 32 patients (56%) underwent
head MRI.
A total of 57 patients were enrolled, 18 were assigned to receive
the high-speed barbecue (HSB) maneuver, also called the dynamic
barbecue by the manufacturer of the biaxial chair, 21 were assigned
to the modified Lempert maneuver (ML), and 18 were assigned to
receive the sham maneuver (SM). Three patients were excluded and
one lost to follow-up. Reasons for exclusion was a diagnosis of
migraine (n = 1), meningioma (n = 1), and use of vestibular suppres-
sants (n = 1). All audiograms for the included patients were within nor-
mal limits for age and gender33 or showed symmetrical presbycusis.
None of the included subjects had spontaneous nystagmus when fix-
ating with the unrecorded eye or nystagmus during lateral gaze or
after a 10-second headshake.
2.4 | Procedure and interventions
On the day of examination, the history was verified by interview, and
symptom questionnaires were completed. The subjects underwent a
physical examination as well as a standardized examination for posi-
tional nystagmus (roll test and Dix-Hallpike maneuver). Further
assessment included a physical ear, nose and throat-examination,
otoneurologic examination, videonystagmography, head impulse test-
ing, and pure tone audiometry.
The diagnostic procedure started with mounting the patient in a
biaxial chair (TRV, Synapsys, Marseille, France). The patient was
secured to the chair with a four-point harness, with headrest, head-
band, and leg straps. The chair is operated manually and can be
rotated so that each of the six semicircular canals is oriented in the
earth-vertical position and rotated 360 in the plane of the canal.
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The Dix-Hallpike maneuver was performed toward both sides,
starting on the symptomatic side as determined by the interview.
Then, the roll test was performed to both sides and repeated as nec-
essary to determine the side with strongest nystagmus.
HC-BPPV was diagnosed by the presence of positional vertigo in
combination with horizontal geotropic paroxysmal or apogeotropic
prolonged nystagmus provoked by the supine position test. Geotropic
and apogeotropic nystagmus were defined respectively as nystagmus
beating toward the lower and uppermost ear in both side-lying posi-
tions. The causative site of HC-BPPV was determined by using
Ewald's second law. In geotropic HC-BPPV, nystagmus is most intense
toward the affected ear, in apogeotropic HC-BPPV, nystagmus is
strongest on the side opposite to the affected ear. Dix-Hallpike right
and left, supine position test, and bilateral roll test were performed. In
cases where it was difficult to determine the affected ear using
Ewald's second law, we used the “bow and lean test.”34
The treatment procedure in each group followed standardized
management depending on group allocation: HSB, ML, or SM.
The HSB maneuver with rapid acceleration and rapid deceleration
started with the patient in the side-lying (lateral) position with the
affected ear down.
Step 1: The patient was rotated 8 × 360 in the axial plane
toward the unaffected side. The rotations were performed manually
with a speed of approximately 180-240 per second (velocity
F IGURE 1 CONSORT flow diagram showing participant flow through the stages of the randomized sham-controlled trial
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measured by calculating average time per maneuver of 360). Step 2:
After the rotations, the patient was abruptly stopped and kept in a
position with the unaffected ear down and the face directed 45
downwards toward the ground for 30 seconds. Step 1 was repeated,
this time ending with the face directed downwards toward the gro-
und. The patient was kept in this position for 60 seconds and returned
to the upright position.
The ML started with the patient in the side-lying (lateral) position
with the affected ear down. The patient was then rotated slowly 360
toward the unaffected ear. A 30 second stop was applied every 45.
After a pause of 1 minute, the procedure was repeated, and the
patient was returned to the upright position.
The SM treatment consisted solely of the diagnostic maneuvers
as described above, conducted in random order.
Patients were considered to have recovered when no positional
vertigo or pathological positional nystagmus could be elicited by the
diagnostic maneuvers as described above.
Video recordings of nystagmus were evaluated after the study by
two of the authors blinded to the patients' symptoms and treatment
allocation.
Treatment was given weekly until no symptoms or a maximum
three times. Thereafter, the patients were given a new appointment
for the last follow-up after 3 months. Patients in the SM group were
transferred to active treatment (HSB) if still symptomatic after two
SM. No home exercises were administered during the follow-up.
2.5 | Outcomes
The primary outcome was the 2-week recovery rate, and the second-
ary outcome was recovery rate and Dizziness Handicap Inventory
(DHI) scores after 3 months. Patient-reported symptoms were col-
lected by DHI questionnaires in conjunction with the screening visit
and at the end of study. DHI scores range from 0 to 100 with higher
scores indicating a greater disability. To correct for missing values, the
mean score for the answered items was multiplied by the total num-
ber of questions (25) to obtain a corrected total score. In general,
missing items were few. We used the DHI questionnaire adapted to
Norwegian with verified internal reliability and validity.35,36
Changes with respect to grading of cure rate were done after trial
commencement based on findings from our previous study on nystag-
mus in a normal population.37 Complete recovery was defined as
absence of positional vertigo and absence of pathological
apogeotropic or geotropic nystagmus at positional tests. Pathological
nystagmus was defined as 95% CI of 4/s for horizontal nystag-
mus.37,38 Treatment failure was defined as residual positional vertigo
and pathologic positional nystagmus on positional tests. Recurrence
of symptoms and positional nystagmus following complete recovery
were considered to indicate BPPV recurrence.
Videonystagmography (VNG) was performed with light occluding
goggles to avoid fixation during the positional maneuvers, and both
nystagmus traces and videos were recorded for later analysis. Nystag-
mus intensity was defined as the maximum nystagmus slow-phase
velocity (SPVmax), measured in degrees per second after each diagnos-
tic maneuver. The VNG-files were imported into a LabVIEW program
developed for this study. One of the authors conducted a blinded
evaluation of the VNG-signals, selecting and measuring the area of
the horizontal nystagmus with highest slow-phase velocity. If there
were any doubts interpreting the nystagmus, the series were
reviewed independently by three of the other authors.
The objective measurements of SPVmax of the horizontal compo-
nent of the nystagmus elicited by supine roll left and right were quan-
tified. Registrations were done the day of inclusion, at every post-
treatment control, and at the end of the study, 3 months after last
treatment.
2.6 | Cases with recurrence
If patients developed a new episode of BPPV after having been evalu-
ated as recovered, the case was registered as a recurrence.
2.7 | Statistical analysis
The null hypothesis was that the two maneuvers would be equally
effective with respect to primary and secondary outcomes. Power
analysis showed that for chi-square tests with two degrees of free-
dom, power of 80%, and significance level of 0.05, the minimum
detectable effect size would be w = 0.53 with 17 participants in each
group. Chi-square tests with 3 × 2 tables and Fisher's exact tests were
used to compare groups for primary and secondary outcomes. Non-
parametric tests were used due to distribution of data. Multiple expo-
sure levels were used to estimate odds ratios.
A multiple linear regression model was used to identify factors
associated with change in dizziness-related quality of life using changes
in DHI score as the dependent variable (continuous, ranging from 0 to
100) and treatment group and baseline DHI as factors. The significance
level, P < .05, was corrected for multiple comparisons by the Bonferroni
correction, (0.05/2), giving a value of P < .03 for significant results.
STATA version SE 15.1 was used for statistical evaluation.
3 | RESULTS
3.1 | Patients
The inclusion criteria were initially met in 57 patients. The mean age
of the patients was 57 ± 12 years (mean ± SD, range: 27-78), and
68% (38) were female. Sixty percent (34) of the patients had
apogeotropic nystagmus. The right side was involved in 53% (30).
Table 1 shows the characteristics for each group of patients at base-
line. Of the 57 patients, three discontinued the study and did not pro-
vide outcome data because of later findings uncovering exclusion
criteria (Figure 1). The primary outcome was analyzed in 54 patients
(17 in the HSB group, 20 in the ML group, and 17 in the SM group).
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Of the 53 that completed the study, 17 completed in the HSB group,
19 in the ML group, and 17 in the SM group. One patient in the ML
group was lost to follow-up. Recruitment and follow-up were from
August 2013 to August 2017.
Two-weeks post-treatment, 29 patients had recovered (54%), 14
of 17 in the HSB group (82%), 11 of 20 in the ML group (55%), and
four of 17 (24%) in the SM group. The recovery rate in the HSB group
was significantly higher compared to the SM group [OR 15.17, 95% CI
(1.85, 124.63), P = .001] (Table 2).
The total recovery rate after 3 months was 75% (40 of 54 cases)
(75%). At this time, there was no significant difference between the
HSB group (88%) and the ML group (80%) (Fisher's exact, P = .66)
(Table 3). The SM group was not analyzed at this point, since patients
in this group that did not recover received active treatment.
In the group that did not recover, 10 out of 14 (77%) had
cupulolithiasis. Eight patients had short recurrences of BPPV during
the study, two patients in the HSB group and six patients in the ML
group.
The mean DHI score before treatment was 46.1 ± 22.1
(mean ± SD, range: 0-96). After 3 months, the DHI score in the HSB
group was 22.6 ± 23.3 (mean ± SD, range: 0-62) and in the ML group
was 22.5 ± 23.3 (mean ± SD, range: 0-62.5). There were no significant
TABLE 1 Baseline characteristics of patients with lateral canal BPPV (N = 57)
High-speed barbecue Modified Lempert Sham
Characteristics N = 18 N = 21 N = 18
Gender
Female 14 13 12
Male 4 8 6
Age years (range) 36-78 34-71 27-74
Mean ± SD 55.8 ± 12.13 57.6 ± 11.6 58.3 ± 11.6
Involved side
Right 11 13 7
Left 7 8 11
Type
Canalolithiasis 7 11 5
Cupulolithiasis 11 10 13
DHI score (range) 0–96 6-76 2-96
Mean ± SD 47.6 ± 23.6 48.1 ± 20.6 46.5 ± 25.5
MRI
Yes 10 10 12
No 8 11 6
Rec. BPPV
Yes 10 12 10
No 8 9 8
Note: There were no significant differences between the groups in baseline characteristics. Chi-square, Fisher's exact for categorical variables, and
ANOVAor continuous variables.
Abbreviations: BPPV, benign paroxysmal positional vertigo; DHI, Dizziness Handicap Inventory; Rec. BPPV, patients with earlier episodes of BPPV prior to
inclusion in study.
TABLE 2 Primary outcome (2-week recovery rate) according to treatment group
Recovery after 2 weeks
Yes No
Total
Intervention N % within study group N % within study group N
High-speed barbecue 14 82.4 3 17.6 17
Modified Lempert maneuver 11 55 9 45 20
Sham maneuver 4 23.5 13 76.5 17
Total 29 25 54
Note: Chi-square = 11.85. Two degrees of freedom, P = .003. Fisher's exact P = .003.
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correlations between change in DHI and treatment group [95% CI
(−16.56, 15.02), P = .92].
3.2 | Adverse events
No serious adverse events were noted. Although discomfort during
and immediately after maneuvers was not recorded as a part of the
study protocol, it was the impression of the authors that the HSB
maneuver was associated with a higher degree of immediate discom-
fort (dizziness, nausea, and vomiting) than the other maneuvers. One
patient withdrew from the study due to anxiety related to treatment;
this was from the ML group.
4 | DISCUSSION
This study found a higher 2-week recovery rate in patients with HC-
BPPV treated with HSB compared to ML and sham. The difference
between the two active treatments was not retained after 3 months.
There was no significant difference in DHI between the treatment
groups. The findings are of importance, since rapid clinical recovery is
desirable.
Most studies recommend rapid position changing20,24,39 to allow
facilitation of otoconia, but the effect of acceleration or deceleration
has not been established to date. Tian et at40 showed, from their com-
parative study on the implication of the number of accelerations in
the treatment of posterior canal BPPV, that more accelerations and
smaller rotation angle improved effectiveness. Hwang et al1 con-
ducted a prospective randomized study to evaluate the effect of an
accelerated Gufoni maneuver in 50 patients with apogeotropic HC-
BPPV, and found that faster maneuvering added little benefit, but that
the gravitational force may be a more important contributor to the
treatment effect. However, no previous study has documented the
effect of the HSB in a biaxial chair. Biaxial chairs facilitate the consis-
tency of speed, angle, and amplitude of the diagnostic maneuvers.41,42
Another study by Shan et al4 found that treatment for geotropic HC-
BPPV with rotation at 120/s succeeded by two slower rotations had
a higher success rate compared to conventional barbecue. The study
did not have a control group and bias of being treated in a biaxial chair
compared to conventional treatment was not corrected for. The latter
was also the case in a recent study by Wang et al43 finding biaxial
chair treatment superior to manual treatment in HC-BPPV. The use of
acceleration was not accounted for in this study.
Fourteen patients recovered after 2 weeks of treatment. The rea-
son for this could be the need for repeated maneuvers in some cases
or possibly due to spontaneous recovery.
Of the patients that did recover, 16/40 (40%) still had weak hori-
zontal nystagmus. This finding is in agreement with our earlier study
on positional nystagmus in healthy subjects, and may be explained by
asymptomatic canalo-or cupulolithiasis or even asymptomatic central
vestibule-ocular reflex asymmetry.37 It is doubtful whether total elimi-
nation of positional nystagmus is a relevant measure of therapeutic
success in BPPV,44 since infrared video-frenzel systems used today
are highly sensitive, making it possible to detect positional nystagmus
of low velocity in 88% of the normal population.37,38,45-47
Our DHI results are in line with Lee et al who found that patients
with BPPV on average score 45.9 ± 8.8 (mean ± SD), a substantial
improvement in DHI after successful maneuvers to 19.8 ± 7.2
(mean ± SD), but never reaching the level of healthy controls
11.8 ± 5.2 (mean ± SD).48 In our study we found a pretreatment score
of 46.1 ± 22.1 (mean ± SD) and a post-treatment score of 25.6 ± 24.7
(mean ± SD), indicating that subjective imbalance was improved but
not completely resolved.48 There was no significant difference in DHI
between the treatment groups.
According to earlier reports, most cases of HC-BPPV resolve
within 3.7 ± 3.9 (mean ± SD) days in patients with cupulolithiasis and
6.7 ± 4.1 (mean ± SD) days in patients with canalolithiasis.12 How-
ever, BPPV persists in 30% of patients if left untreated,5 and a recent
study found that 61% of patients with persistent BPPV suffered from
horizontal canal involvement.26
4.1 | Limitations and strengths of this study
The strengths of this study were its prospective design, use of a stan-
dardized mechanical chair, which ensured reproducible diagnostic
maneuvers in preset positions, rigorous use of international diagnostic
criteria for the BPPV subtypes, as well as the use of video documenta-
tion and computerized videonystagmography that facilitates the anal-
ysis of positional nystagmus. Biaxial chairs facilitate consistency of
speed, angle, and amplitude of diagnostic maneuvers, which is critical
when evaluating the latency and intensity of nystagmus,41,42 and can
be of valuable assistance in the sometimes challenging determination
TABLE 3 Secondary outcome: Three-month recovery rate according to treatment group (sham excluded)
Recovery after 3 months
Yes No Total
Intervention N % within study group N % within study group N
High-speed barbecue 15 88.2 2 12.8 17
Modified Lempert maneuver 15 79.0 4 21.0 19
Total 30 6 36
Note: Chi-square = 0.56. One degree of freedom, P = .46. Fisher's exact, P = .66.
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of involved side in HC-BPPV.49 Objective measurement of nystagmus,
and diagnostic maneuvers with a biaxial chair make the diagnosis of
BPPV more objective and gives the examination and treatment
increased consistency.50
A possible limitation of the study was related to generalizability
as we are a tertiary clinic and the patients may differentiate from
patients seen in general practice or in emergency departments.
5 | CONCLUSION
To our knowledge, this is the first randomized sham-controlled study
on treatment of HC-BPPV in a biaxial chair. The effects of the HSB
maneuver were analyzed in comparison with the ML maneuver and
SM, and the former treatment showed a higher 2-week recovery rate.
After 3 months, there were no differences in recovery rate or dizzi-
ness handicap between treatment groups.
ACKNOWLEDGMENTS
We thank Elisabeth Thorkildsen for her valuable help in managing the
collection and registration of data. We also thank all study
participants.
CONFLICT OF INTEREST
The Norwegian National Advisory Unit on Vestibular Disorders
supported this work. The authors have no other funding, relationships,
or conflicts of interest to disclose. Data were presented at the TRV




1. Hwang M, Kim SH, Kang KW, et al. Canalith repositioning in
apogeotropic horizontal canal benign paroxysmal positional vertigo:
do we need faster maneuvering? J Neurol Sci. 2015;358(1–2):
183-187.
2. Jinrang Li PG, Tian S, Li K, Zhang H. Quick repositioning maneuver for
horizontal semicircular canal benign paroxysmal positional vertigo. J
Otol. 2015;10(3):115-117.
3. Obrist D, Nienhaus A, Zamaro E, Kalla R, Mantokoudis G, Strupp M.
Determinants for a successful semont maneuver: an in vitro study
with a semicircular canal model. Front Neurol. 2016;7:150.
4. Shan X, Peng X, Wang E. Efficacy of computer-controlled and modi-
fied roll maneuver for treatment of geotropic lateral canal benign par-
oxysmal positional vertigo. Otol Neurotol. 2015.36(8):1412–1416.
5. Imai T, Ito M, Takeda N, et al. Natural course of the remission of ver-
tigo in patients with benign paroxysmal positional vertigo. Neurology.
2005;64(5):920-921.
6. Moon SY, Kim JS, Kim BK, et al. Clinical characteristics of benign par-
oxysmal positional vertigo in Korea: a multicenter study. J Korean Med
Sci. 2006;21(3):539-543.
7. Vannucchi P, Pecci R. Pathophysiology of lateral semicircular canal
paroxysmal positional vertigo. J Vestib Res Equilib Orient. 2010;20(6):
433-438.
8. Honrubia V, Baloh RW, Harris MR, Jacobson KM. Paroxysmal posi-
tional vertigo syndrome. Am J Otol. 1999;20(4):465-470.
9. De la Meilleure G, Dehaene I, Depondt M, Damman W, Crevits L,
Vanhooren G. Benign paroxysmal positional vertigo of the horizontal
canal. J Neurol Neurosurg Psychiatry. 1996;60(1):68-71.
10. Parnes LS, McClure JA. Free-floating endolymph particles: a new
operative finding during posterior semicircular canal occlusion. Laryn-
goscope. 1992;102(9):988-992.
11. Moriarty B, Rutka J, Hawke M. The incidence and distribution of
cupular deposits in the labyrinth. Laryngoscope. 1992;102(1):56-59.
12. Shim DB, Ko KM, Lee JH, Park HJ, Song MH. Natural history of hori-
zontal canal benign paroxysmal positional vertigo is truly short. J Neu-
rol. 2015;262(1):74-80.
13. Imai T, Takeda N, Ito M, Inohara H. Natural course of positional ver-
tigo in patients with apogeotropic variant of horizontal canal benign
paroxysmal positional vertigo. Auris Nasus Larynx. 2011;38(1):2-5.
14. Bhattacharyya N, Gubbels SP, Schwartz SR, et al. Clinical practice
guideline: benign paroxysmal positional vertigo (update) executive
summary. Otolaryngology. 2017;156(3):403-416.
15. Choi SJ, Lee JB, Lim HJ, et al. Clinical features of recurrent or persis-
tent benign paroxysmal positional vertigo. Otolaryngology. 2012;147
(5):919-924.
16. Babac S, Djeric D, Petrovic-Lazic M, Arsovic N, Mikic A. Why do
treatment failure and recurrences of benign paroxysmal positional
vertigo occur? Otol Neurotol. 2014;35(6):1105-1110.
17. Rupa V. Persistent vertigo following particle repositioning maneuvers:
an analysis of causes. Arch Otolaryngol. 2004;130(4):436-439.
18. Kim JS, Oh SY, Lee SH, et al. Randomized clinical trial for geotropic
horizontal canal benign paroxysmal positional vertigo. Neurology.
2012;79(7):700-707.
19. Boleas-Aguirre MS, Perez N, Batuecas-Caletrio A. Bedside therapeu-
tic experiences with horizontal canal benign paroxysmal positional
vertigo (cupulolithiasis). Acta Otolaryngol. 2009;129(11):1217-1221.
20. Casani AP, Nacci A, Dallan I, Panicucci E, Gufoni M, Sellari-
Franceschini S. Horizontal semicircular canal benign paroxysmal posi-
tional vertigo: effectiveness of two different methods of treatment.
Audiol Neurootol. 2011;16(3):175-184.
21. Casani AP, Vannucci G, Fattori B, Berrettini S. The treatment of hori-
zontal canal positional vertigo: our experience in 66 cases. Laryngo-
scope. 2002;112(1):172-178.
22. Escher A, Ruffieux C, Maire R. Efficacy of the barbecue manoeuvre in
benign paroxysmal vertigo of the horizontal canal. Eur Arch Oto-
Rhino-Laryngol. 2007;264(10):1239-1241.
23. Riggio F, Dispenza F, Gallina S, Kulamarva G, Gargano R, Speciale R.
Management of benign paroxysmal positional vertigo of lateral semicircu-
lar canal by Gufoni's manoeuvre. Am J Otolaryngol. 2009;30(2):106-111.
24. Kim JS, Oh SY, Lee SH, et al. Randomized clinical trial for
apogeotropic horizontal canal benign paroxysmal positional vertigo.
Neurology. 2012;78(3):159-166.
25. Nuti D, Agus G, Barbieri MT, Passali D. The management of horizon-
tal-canal paroxysmal positional vertigo. Acta Otolaryngol. 1998;118
(4):455-460.
26. Kitahara T, Ota I, Horinaka A, et al. Idiopathic benign paroxysmal posi-
tional vertigo with persistent vertigo/dizziness sensation is associated
with latent canal paresis, endolymphatic hydrops, and osteoporosis.
Auris Nasus Larynx. 2018:46(1):27-33.
27. White JA, Coale KD, Catalano PJ, Oas JG. Diagnosis and management
of lateral semicircular canal benign paroxysmal positional vertigo.
Otolaryngology. 2005;133(2):278-284.
28. West N, Hansen S, Moller MN, Bloch SL, Klokker M. Repositioning
chairs in benign paroxysmal positional vertigo: implications and clini-
cal outcome. Eur Arch Oto-Rhino-Laryngol. 2016;273(3):573-580.
29. Semont A, Freyss G, Vitte E. Curing the BPPV with a liberatory
maneuver. Adv Otorhinolaryngol. 1988;42:290-293.
30. Hain TC, Squires TM, Stone HA. Clinical implications of a mathemati-
cal model of benign paroxysmal positional vertigo. Ann N Y Acad Sci.
2005;1039:384-394.
756 MARTENS ET AL.
31. Begg C, Cho M, Eastwood S, et al. Improving the quality of reporting
of randomized controlled trials. The CONSORT statement. JAMA.
1996;276(8):637-639.
32. von Brevern M, Bertholon P, Brandt T, et al. Benign paroxysmal posi-
tional vertigo: diagnostic criteria. J Vestib Res Equilib Orient. 2015;25
(3–4):105-117.
33. Johansson MS, Arlinger SD. Hearing threshold levels for an
otologically unscreened, non-occupationally noise-exposed popula-
tion in Sweden. Int J Audiol. 2002;41(3):180-194.
34. Choung YH, Shin YR, Kahng H, Park K, Choi SJ. ‘Bow and lean test’ to
determine the affected ear of horizontal canal benign paroxysmal
positional vertigo. Laryngoscope. 2006;116(10):1776-1781.
35. Tamber AL, Wilhelmsen KT, Strand LI. Measurement properties of
the dizziness handicap inventory by cross-sectional and longitudinal
designs. Health Qual Life Outcomes. 2009;7:101.
36. Wilhelmsen K, Strand LI, Nordahl SH, Eide GE, Ljunggren AE. Psycho-
metric properties of the vertigo symptom scale—short form. BMC Ear
Nose Throat Disord. 2008;8:2.
37. Martens C, Goplen FK, Nordfalk KF, Aasen T, Nordahl SH. Prevalence
and characteristics of positional nystagmus in Normal subjects. Oto-
laryngology. 2016;154:861-867.
38. Barin K. Head Angle During Static Position Test; 2010. https://www.
audiologyonline.com/ask-the-experts/head-angle-during-static-posi
tion-93. Accessed 25th of April 2018.
39. Gufoni M, Mastrosimone L, Di Nasso F. Repositioning maneuver in
benign paroxysmal vertigo of horizontal semicircular canal. Acta
Otorhinolaryngol Ital. 1998;18(6):363-367.
40. Tian L, Wang J, Sheng HB, et al. Comparative study on the roles of
the number of accelerations and rotation angle in the treatment
maneuvers for posterior semicircular canal benign paroxysmal posi-
tional vertigo. ORL J Otorhinolaryngol Relat Spec. 2015;78(1):36-45.
41. Steddin S, Ing D, Brandt T. Horizontal canal benign paroxysmal posi-
tioning vertigo (h-BPPV): transition of canalolithiasis to
cupulolithiasis. Ann Neurol. 1996;40(6):918-922.
42. Baloh RW, Jacobson K, Honrubia V. Horizontal semicircular canal
variant of benign positional vertigo. Neurology. 1993;43(12):2542-
2549.
43. Wang N, Zhou H, Huang HL. Comparison of automatic and manual
reposition treatment for horizontal semicircular canal benign
paroxysmal positional vertigo. J Biol Regul Homeost Agents. 2018;32
(3):719-723.
44. Wang NZ, Huang H, Geng D, Yang X, Yu C, Shi D. Efficacy of SRM-IV
vestibular function diagnosis and treatment system in treating benign
paroxysmal positional vertigo. Iran J Public Health. 2018;47(5):
641-647.
45. Levo H, Aalto H, Petteri HT. Nystagmus measured with video-
oculography: methodological aspects and normative data. ORL J
Otorhinolaryngol Relat Spec. 2004;66(3):101-104.
46. Bisdorff AR, Sancovic S, Debatisse D, Bentley C, Gresty MA,
Bronstein AM. Positional nystagmus in the dark in normal subjects.
Neuro-Ophtalmology. 2000;24(1):283-290.
47. Jeffery H, Hopkins M, Anderson R, Patel V, Rogers J. The interpreta-
tion of static positional nystagmus in a balance clinic. Int J Audiol.
2017;56(12):958-966.
48. Lee NH, Kwon HJ, Ban JH. Analysis of residual symptoms after treat-
ment in benign paroxysmal positional vertigo using questionnaire.
Otolaryngology. 2009;141(2):232-236.
49. Nuti D, Mandala M, Salerni L. Lateral canal paroxysmal positional ver-
tigo revisited. Ann N Y Acad Sci. 2009;1164:316-323.
50. Nakayama M, Epley JM. BPPV and variants: improved treatment
results with automated, nystagmus-based repositioning. Otolaryngol-
ogy. 2005;133(1):107-112.
SUPPORTING INFORMATION
Additional supporting information may be found online in the
Supporting Information section at the end of this article.
How to cite this article: Martens C , Goplen FK , Aasen T ,
Gjestad R , Nordfalk KF , Nordahl SHG . Treatment of
horizontal canal BPPV—a randomized sham-controlled trial
comparing two therapeutic maneuvers of different speeds.
Laryngoscope Investigative Otolaryngology. 2020;5:750–757.
https://doi.org/10.1002/lio2.420
MARTENS ET AL. 757
